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[Abstract] Objective: To investigate whether the serum levels of receptor for advanced glycation
endproduct (RAGE) and ligands S100B, S100A6 and S100P were related to acute coronary syndrome
(ACS).  Methods: Serum levels of S100B, S100A6, S100P, soluble RAGE (sRAGE), and TNF-a
were analyzed in 882 consecutive patients. Based upon clinical and laboratory findings, the patients were
categorized as control group (n=251), stable angina (SA) group (n=211), and ACS group (n=420).
Results: Serum S100B, S100A6, S100P and TNF-q levels[ (103. 73456. 90)ng/L., (5. 28+4. 15) pg/L,
(8.7347.96) pg/L, (87.82+39. 30) ng/L] were higher in ACS group than in SA group [(81. 93+
27.65) ng/L,(4.3642. 45) pg/L, (3. 41+3.08) pg/L,(71.88+30. 70) ng/L]as well as in control group
[(78.00422. 71) ng/L,(3.9742.57) pg/L,(3.38%2.74) pg/L,(57.07£27. 23) ng/L(each P<C0.01)],
and sRAGE levels were higher in ACS patients versus controls[ (724, 01 == 320. 37) ng/L vs (652. 55 =&
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351. 24) ng/L , with P<C0.01]. These bio-measurements were further made by classifying ACS patients

into ST-segment elevation myocardial infarction (STEMI) and unstable angina/non-ST-segment elevation
myocardial infarction (UA/NSTEMD subgroups, and STEMI patients had the higher S100B, S100A6
and S100P levels than UA/NSTEMI patients. In ACS group, S100B level was correlated with troponin I
(cTnDlevel (P<C0. 05), while S100P level was correlated with CK-MB and ¢Tnl levels(P<C0. 01). In

multivariable regression analysis,S100B,S100A6,S100P and conventional risk factors were independently

associated with ACS in patients.

Conclusion: It indicates that serum levels of S100B, S100A6 and

S100P are associated with ACS, and that serum levels of these proteins are related to the severity of

myocardial infarction, implying that they are involved in the pathophysiology of ACS.
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